The Aftermath baseline and followed until either first hospitalization or death from cardiovascular disease or, if event-free, for twenty-four years. 14,682 had never smoked cigarettes and did not currently smoke a pipe. They were either non-smokers or had smoked a pipe in the past and constituted the control group. 1,546 had smoked cigars exclusively. The multivariate analysis included corrections for the cigar smokers being on average slightly older and having greater body mass indices, higher serum cholesterol levels, increased systolic and diastolic blood pressures, and diabetes more often. When compared with the controls, there was a modestly increased incidence of CHD among the cigar smokers with a relative risk of 1.27 (CL 1.12-1.45). It was somewhat greater among the men who smoked more than five cigars daily (RR 1.56, CL 1.21-2.01)." As the controls included some pipe smokers, the significance of the findings is increased, suggesting cigars could have made some small contribution to any nineteenth-century increase in coronary heart disease incidence.
Modern Times
The terms stable and unstable angina, myocardial infarction, sudden death and heart failure of ischaemic origin are currently used to describe the main clinical variations within the spectrum of coronary heart disease. Understanding of coronary heart disease during the 200 years following its 1768 recognition evolved with two contributions close in time laying the foundations for the modem classification of the clinical variants. In 1910 W P Obrastzow and K D Straschesko linked prolonged chest pain with myocardial infarction secondary to coronary arterial obstruction by thrombosis but compatible with short-term survival.' Two years later James B Herrick too delineated the distinctive clinical and pathological features of myocardial infarction, again with initial survival47 and he subsequently established the electrocardiographic features that facilitated diagnosis in life.'4 However, the nature of coronary heart disease did not change during 200 years in anything but the absolute and relative incidence of its various manifestations. In the clinical descriptions by William Heberden49 and contemporaries such as John Fothergill50 it is possible ' W P Obrastzow and N D Straschesko, 'Zur Kenntnis der Thrombose der Koronarterien des Herzens', Zschr Klin Med, 1910, 71: 116-32, pp. 118-21. "James B Herrick, 'Clinical features of sudden obstruction of the coronary arteries ', JAMA, 1912 ', JAMA, , 59: 2015 ', JAMA, -20, pp. 2017 '4 James B Herrick, 'Thrombosis of coronary arteries ', JAMA, 1919, 72: 387-90. 49 William Heberden, 'Some account of a disorder of the breast ', Med Trans Coll Physns Lond, 1772, 2: 59-67, pp. 59-64. 5 John Fothergill, 'Further account of the angina pectoris ', Medical Observations and Inquiries, 1776, 5: 252-8, p. 254. Chapter XII to recognize all of the variants, including coronary thrombosis and myocardial infarction.
Coronary heart disease was not formulated in the International Classification of Disease (ICD) until as recently as 1931 and "myocardial degeneration", fatty or otherwise, was a term used until mid-century.5' Once deaths attributable to coronary heart disease were tabulated as such, a dramatic twentieth-century rise in the number of deaths from this cause became clearly and unequivocally demonstrated in the official mortality figures of developed countries and with the evidence surviving six further International list of causes of death modifications. CHD ultimately became a leading cause of death in the western world, second only to cancer. Among white American males, it was by 1987 the leading cause of death at 161.7 per 100,000 per annum, with cancer deaths second at 158.4.52 As a further example, United Kingdom government statistics indicated a one-third increase in a single twenty-year period that followed the introduction and subsequent unchanging use of the term "coronary heart disease" in the listings of causes of death. Between 1952-56 and 1972-76 In considering the reasons for this rise in CHD mortality, emphasis is being placed on circumstances prevailing in the United Kingdom although, in contrast to the late eighteenth-century situation, twentieth-century UK changes were paralleled by comparable developments in other parts of the western world. Also in contrast to the Georgian era, the extent and rapidity of the twentieth-century increase in coronary heart disease incidence are attributable in much greater measure to well documented demographic developments. During the first half of the century alone, the population of the United Kingdom grew in number by over one-third (Table XII. 2)55 and the increase was accompanied by an ever greater expectation of life. The improvement was due in large measure to a combination of improved housing, near complete eradication of deficiency diseases and, for the first time in history, a major impact of medical treatment, notably the introduction of immunotherapy for the prevention, and chemotherapy and antibiotics for the treatment of infectious diseases. favoured by all sections of the population.59 The incidence of coronary heart disease increased steadily both when average coffee consumption was static and when it was rising. There was a move from boiled to filtered and instant coffee' and the pattern of excessive and continuous consumption of black coffee by Georgian era coffee house patrons (see page 99) was not replicated in the twentieth century. Coffee can probably be exonerated as a recent risk factor.
In contrast, there is evidence to suggest that an increase in consumption of animal fats played as crucial a role in the twentieth century as it did in the eighteenth. Until mid-century, management of farm animals continued to have increase in weight and in fat content as the principle aims. In the United Kingdom as late as the beginning of the second half of the twentieth century, the sale values of animals were quoted as "fat stock prices". During the last part of the Victorian era steamships replaced sailing vessels and the turn of the century saw the introduction of refrigerator ships. This meant that cattle and sheep imports from the newly opened up and extensive grazing lands of Australasia and the Americas became available to augment home (Table V. 2)' and ultimately on CHD incidence and mortality (Table V. 3).67 In contrast, the hard stick margarines consumed extensively during the first half of the twentieth century were hydrogenated to a greater degree in order to make a product with the appearance and consistency of the more expensive butter with which they were competing. These hard margarines have a trans-fatty acid content two to three times that of soft margarines (Table XII .4).68 Specifically the main constituent of hard margarines, the mono-unsaturated elaidic trans-fatty acid, has been found to affect the lipid profile adversely, producing a rise in total and LDL cholesterol and in the total-HDL cholesterol ratio (Table XII .5).69 It must be noted too that in the early years of the twentieth century these hard margarines were not substituted for butter. For the poorer sections of the population they were an addition to a diet that had previously been very low in fats of any sort, including butter. The harmful effects of the hard margarines were not therefore countered by any concurrent beneficial dietary change. The Seven Countries study that involved 12,673 subjects in a 25-year follow-up showed location-to-location coronary heart disease mortality rates that were highly ' Jantine Brussaard et al., 'Effects of amount and type of dietary fat on serum lipids, lipoproteins and apolipoproteins in man. A controlled 8-week trial ', Atherosclerosis, 1980, 36: 515-27, p. 522. 67 Matti Miettinen et al., 'Effect of cholesterol-lowering diet on mortality from coronary heart-disease and other causes. A twelve-year clinical trial in men and women ', Lancet, 1972, ii: 835-8, p. 836. 68 A H Lichtenstein et al., 'Effects of different forms of dietary hydrogenated fats on serum lipoprotein cholesterol levels', N Engl J Med, 1999 Med, , 340: 1933 Med, -40, p. 1935 69Ibid., p. 1935. Chapter XII ', Prev Med, 1995, 24: 308-15, p. 312. (With permission by Academic Press.) and positively correlated with their differences in average per capita consumption of hard margarine (r = 0.78), a finding in keeping with this being a significant risk factor by reason of the trans-fatty acid content ( Figure XII .1).7°7
The Aftermath The second and very much more important factor was the introduction of manufacturing techniques for mass production of cheap cigarettes and their rapidly growing use by all classes during the first two-thirds of the past century, initially by men for the most part, but to an increasing extent latterly by women (Table XII.6).7' Evidence was presented in an earlier chapter to suggest that pipe smoking with its beginnings in the seventeenth century and its increasing use in the eighteenth may have contributed in some small measure to the emergence of angina pectoris in the Georgian era, with secondary smoke possibly playing an additional part. However, in marked contrast, recent epidemiologic observations have established incontrovertibly a much greater and highly significant association between smoking cigarettes and ischaemic heart disease incidence, including a direct relationship between the amount smoked and the cardiac consequences.72 It is very likely therefore that among men replacement of the pipe by cigarettes and their growing popularity among all classes from the end of the nineteenth century onwards has been a major factor contributing to the subsequent epidemic of ischaemic heart disease. The impact of cigarettes on women needs no similar qualification as with insignificant exceptions they had not smoked by any other method in preceding years. In summary, the rising incidence of coronary heart disease, based on individual reports in the late eighteenth century and conjectural in the nineteenth, became unquestionable in the twentieth and explosive in extent as growing numbers and aging populations became exposed to the effects of two new risk factors, while at the same time adopting ever more widely most of the unhealthy dietary patterns that had their origins in Georgian England. In the United Kingdom there was increasing availability and affordability of fatty animal foods, hard margarnes and cigarettes. During the same period obligatory physical activity declined greatly as work was mechanized, towns served by public transport networks and, most importantly, the car became generally available. Recreational exercise did not begin to compensate for this change until the 1960s at earliest. All of these changes were associated with a rapid rise in the incidence of coronary heart disease, greatest among male members of social classes IV and V and culminating during the 1960s in an incidence exceeding that of social classes I and II (Figure XII.2) .73 Angina pectoris had become a complaint of the working man as well as the businessman. These changes followed in less developed countries as they caught up with the demographic and living patterns of Western Europe and North America, an example being the growing frequency of ischaemic heart disease in former Soviet satellite countries of Eastern Europe after they began to change to a market economy.74
The natural history of coronary heart disease, the record of which began for all practical purposes in 1768, drew towards its close almost exactly two centuries later when recognition of risk factors was followed by a start in their correction, achieved in part pharmacologically but also by lifestyle changes. Medical and surgical treatment of the established disease began to become effective at about the same time, but the beginnings of a fall in incidence followed increase in recreational physical activity, 73M 
